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Abstract: Objective To explore the correlation between Helicobacter pylori( Hp) infection and the patient’s ethnicity,
age,body mass index( BMI) ,blood fat and neck vascular plaque formation. Methods A total of 810 patients hospitalized
in the first hospital of Xinjiang medical university from January 2012 to December 2016 were selected and divided into Hp
( + ) group and Hp( — ) group according to the results of "’ C-urea breath test( UBT) or '*C-UBT. The associations of Hp
infection with the patient’s ethnicity, age, BMI, blood fat and neck vascular plaque formation were analyzed. Results
Univariate analysis showed that the proportions of minorities, BMI =25 kg/m’ , triglyceride > 1.7 mmol/L and neck plaque
in Hp( + ) group were significantly larger than those in Hp( — ) group (P <0.05,P <0.01). Multiple factor Logistic
regression analysis showed that the national minority (P =0.000,0R =3. 468 ,95% CI;2.396 —5.019) ,BMI =25 kg/m’
(P=0.020,0R =1.426,95% CI:1.058 - 1.922) ,triglyceride > 1.7 mmol/L(P =0.026,0R =1.424,95% CI.1.042 —
1.944) and the formation of neck vascular plaque formation( P =0. 027,0R =1. 467,95% CI:1. 045 - 2. 060 ) were the
independent risk factors of Hp infection. Conclusion Hp infection is prone to occur in ethnic minorities, and the
increasing of BMI and TG level and the formation of neck vascular plaque formation are the independent risk factors for Hp
infection.
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